Abstract
Focal disorganization of gap junctional distribution and down-regulation of connexin 43 are typical features of myocardial remodelling [1-3] that may play an important role in the development of an arrhythmogenic substrate in the failing human heart (reviewed in
. Additional optional mechanisms are those involved in gap junction formation and stability, namely, the connexin interacting proteins such as tubulin [11] , alphaII-spectrin [12] , drebin [13] and zonula occludens-1 protein (ZO-1) [14] .
In order to examine the distribution of ZO- (Fig. 1A-C) . ZO-1 immunostaining was also found in blood vessels representing tight junctions of endothelial cells (Fig. 1D) (Fig. 2D) .
These [14] [15] [16] . Fig. 1D with Fig. 2D ). Nuclei are stained blue with DAPI.
Conclusions

Based on these data it is concluded that in failing hearts, diminished ZO-1 expression coincides with reduced connexin 43 staining indicating that ZO-1 plays an important role in gap junctional
